In order to investigate the mechanisms of increased plasma inactive renin in diabetics with diabetic microvascular complications, changes in active and inactive renin with the progress of diabetes mellitus were studied, and effects of standing on inactive renin release and the relationship between plasma inactive renin and serum trypsin or protease inhibitors were also studied.
Alterations in the renin-angiotensinaldosterone system have been reported in patients with diabetes mellitus, especially in those with microvascular complications (Christlieb et al., 1974 (Christlieb et al., , 1976 Burden and Thurston, 1979) . Day et al. (1975a, b) found an inactive form of renin of a high molecular weight in the plasma of patients with diabetic nephropathy.
We reported that increased acid activatable inactive renin in the plasma of diabetes mellitus might be related to the progression of diabetic microangiopathy (Fujii et al., 1980) and that acid activation was not associated with conversion from a high molecular form to a low molecular form of renin (Shimojo et al., 1981) . High inactive renin levels in the plasma of diabetic nephropathy suggest the following possibilities: an increase in synthesis, a decrease in release or a defect in activation. Although details of the mechanisms of activation of inactive renin are still ill-defined, serine proteases are known to play an important role in this activation (Atras et al., 1978; Derkx et al., Endocrinol. Japon. April 1983 1978 Funae et al., 1980) . After an overnight fast, each subject rested in a supine position for at least one hour and blood samples were collected before and after the subjects had been upright for one hour. Blood samples were and 3000rpm for 20minutes and the plasma was aspirated.
Plasma renin activity (PRA) was measured by radioimmunoassay using a commercial kit (CEA-IRE-SORIN, Italy). 2, 3-Dimercaptopropanol (BAL) and 8-hydroxyquinoline were added to all studies as angiotensinase inhibitors. Activation of inactive renin was performed by the procedures of acidification described by Weinberger et al. (1977) Group III diabetics were lower than those in the healthy subjects and Group I diabetics (p<0.05, p<0.005, respectively). Serum trypsin levels in Group II diabetics were significantly lower than those in Group I diabetics (p<0.05).
As shown in Fig. 1 , there was no significant correlation between IRC and serum trypsin (r=-0.30). 
Discussion
We reported that low PRA was observed in Group III diabetics with retinopathy and clinical nephropathy, but IRC was significantly higher in Group II and III diabetics than in the healthy subjects (Fujii et al., 1980) . A decrease in PRA was detected in the patients with diabetic nephropathy (Christlieb et al., 1976; Perez et al., 1977) . Hsueh et al. (1980) suggested that the low PRA in the plasma of those patients could be caused by an impaired conversion from inactive to active renin and high inactive renin levels might be observed.
Another possible mechanism related to the elevated IRC in Group II and III diabetics is an increased rate of secretion of inactive renin from the kidney cells. Levels of plasma active renin increase after sodium restriction or upright posture (Atras et al., 1977; Millar et al., 1978) . In our study, both PRA and PRC were elevated in all groups after standing, but no significant change was observed in IRC. This result clearly indicates
